The surgical specimens were identical both on gross inspection and histologically, showing the typical morphological features of pigmented multinodular adrenocortical dysplasia.
We believe that this lesion represents an inherited adrenocortical maldevelopment ( Cushing's syndrome in children due to simple or adenomatous (nodular) adrenocortical hyperplasia (Neville & Symington 1972) is usually suppressed by dexamethasone treatment. Very few cases of familial occurrence of Cus¬ hing's syndrome have been reported (Arce et al. 1978 ; Schweizer-Cagianut et al. 1980 Histologically, most of the nodules appeared to originate from the innermost adrenocortical layer (zona reticularis) and were surrounded by a rim of atrophie adrenocortical cells (Fig. 2) . The nodules were composed of large polyhedral cells with abundant homogeneous eosinophilic or vacuolated clear cytoplasm rich in lipids. Many cells, predomi¬ nantly at the periphery of the nodules, were found to contain a granular brown pigment (Fig. 3a) which exhibited a weak PAS-positive and ironnegative staining reaction (lipofuscin). Some of the hypertrophied giant cells resembled the so-called cytomegalic adrenal cells and contained large hyperchromatic nuclei with one or two prominent nucleoli; a few were binucleated. Many nuclei were small and dense, and appeared to be pyknotic (Fig.   3b ).
Another characteristic feature of the dysplastic nodules was the admixture of mature fat cells and foci of lymphocytes (Fig. 4a) . One dysplastic nodule was found outside the adrenal capsule in the peri¬ adrenal fatty tissues (Fig. 4b) 'micronodular cortical adenomatosis' (Williams 1980) , and 'dysplasie nodulaire primitive' (Flauet & Hedinger 1980 (Dhom 1973 ) at puberty). Early (Chute etal. 1949; Rose etal. 1952;  may exhibit a rather protracted course (Levin 1966; Schweizer-Cagianut et al. 1980 
